Its pathogenesis involves antenatal perforation, owing to intestinal ischemia due to obstructive causes such as volvulus, atresia, stenosis, intussusception, congenital bands, meconium plugs, Hirschsprung's disease and other causes such as Meckel's diverticulum, internal hernia, viral infections (CMV and Parvovirus B19), and cystic fibrosis. Meconium itself is a very strong proinflammatory substance. When in utero intestinal perforation occurs due to one cause or the other, spilled meconium causes intra-peritoneal inflammation which subsequently leads to peritonitis. Here, we present a case of meconium peritonitis secondary to ileal atresia.
A newborn baby boy with birth weight of 3.1 kg was delivered through emergency lower segment cesarean section at term gestation due to fetal bradycardia. It was a booked pregnancy with no antenatal risk factor. An unremarkable anomaly scan done around 20 weeks of gestation was available. The primi gravida landed in emergency one week prior to the expected date due to decreased fetal movements. At birth, baby had poor APGAR of 5 and 8 at 1 and 5 minutes, respectively. He was resuscitated with ambu-bagging and oxygen support.
The baby had severe respiratory distress with respiratory rate of 78 breaths per minute, grunting and sub-costal recessions. He had massive abdominal ascites with bilateral hydrocele. His capillary blood gases showed type 2 respiratory failure for which he was placed on ventilatory support. C-reactive protein at birth was markedly high upto 55 mg/dl. Baby's initial coagulation profile and renal function tests were also deranged. Abdominal X-ray showed paucity of gas shadows with intra-peritoneal calcifications (Figure 1 ). There was no meconium in anorectal canal on digital rectal examination. Ultrasound of abdomen showed massive abdomino-pelvic ascites with no visceromegaly and normal sized kidneys. TORCH screen was negative.
The baby was kept NPO on intravenous fluids and broad spectrum antibiotics according to unit protocol. Since baby's clinical presentation and abdominal X-ray favoured a clinical diagnosis of peritonitis, we proceeded for diagnostic ascitic tap, which was found to be meconium stained.
Management of meconium peritonitis usually involves abdominal decompression through drainage and immediate surgical intervention with stoma creation or primary anastomosis. In this case, paediatric surgeon immediately proceeded for exploratory laparotomy. Peroperatively, distal ileal perforation was found with whole gut loop enclosed in a ball of meconium cyst, so distal gut loop ileostomy was made. But the baby could not survive and died on the fourth postoperative day due to complication of sepsis.
Eighty-six percent of cases with meconium peritonitis may have intra-peritoneal calcifications. 3 Prognosis is good, if diagnosed in antenatal period followed by immediate intervention at birth. Overall survival rate in recent studies is around 85-90%. 4 Surgical intervention within the first 24 hours of life is advisable. The initial CRP values and postnatal cardiopulmonary insufficiency also decide the survival rate of babies with meconium peritonitis. Meconium plug syndrome and meconium ileus are important differentials, which can be ruled out by absence of extra-luminal spread of meconium.
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